.., , proteinuria (protein loss of 5-10 g/day) without haematuria, and severe renal failure (creatinine clearance 25 ml/min). Serum and urine electrophoresis and immunoelectrophoresis did not show an increase in monoclonal immunoglobulin. Arterial blood gas analysis showed hypoxaemia (8-6 kPa) and normocapnia. A chest radiograph showed diffuse reticular shadowing in both lung fields, especially in the lower left lobe, and a few bullae. The pleura, mediastinum, and cardiothoracic ratio were normal. Lung volumes were increased (total lung capacity 127% of predicted value, vital capacity (VC) 120%, residual volume 161%), and he had severe airways obstruction (FEV1/ VC 43%). Transfer factor corrected for lung volume was reduced (0 54 mmol/min/kPa/l, 33% of predicted). High resolution computed tomography of the thorax showed a diffuse interstitial pattern, with small nodules in posteroinferior areas and linear shadows forming a network resembling thickening of interlobular septa, and small areas of centrolobular emphysema. Renal ultrasonography showed irregular kidneys, but of normal size, without any urological obstruction. The electrocardiogram and echocardiogram were normal.
A percutaneous renal biopsy showed massive glomerular and arteriolar deposits of amyloid; this was confirmed by Congo red staining, which showed green birefringence under polarised light. Pretreatment with potassium permanganate abolished the uptake of Congo red. Fibreoptic bronchoscopy showed macroscopically normal appearances, but distal bronchial and transbronchial biopsy specimens from the left lower lobe showed amyloid deposits in interalveolar septa, septal vessel walls, and distal bronchioles (fig 1) . No tumour or lymphoplasmocytic infiltrates were seen near the deposits, which were potassium permanganate sensitive. Immunohistochemical staining was performed on both renal and lung biopsy specimens to detect the presence of AA protein or immunoglobulin light chains. Rabbit antibodies against human AA protein (Calbiochem, La Jolla, California) or human lambda or kappa chains (Dakopatts, Glostrup, Denmark) were used, followed by the peroxidase-antiperoxidase (PAP) technique (PAP kit system, Dakopatts, Glostrup, Denmark).2 Staining was strongly positive for AA protein in both renal and transbronchial tissues but negative for immunoglobulin light chains, the main component of AL amyloidosis (fig 2) .
The search for a predisposing cause for amyloidosis produced no evidence of any chronic infectious process (tuberculosis, syphilis, bronchiectasis); inflammatory disease, such as rheumatoid arthritis, systemic lupus erythematosus, Behqet's syndrome, or a familial or personal history of periodic fever; and no evidence of Hodgkin's disease or other neoplastic disease (normal results of gastric fibroscopy and colonoscopy, pelvic and renal ultrasonography and urinary cytology).
A 24 month follow up with no treatment showed no progression of dyspnoea or radiological abnormalities, but renal function worsened and the nephrotic syndrome persis- 
